The case of a 68 year old man in whom hydrochlorothiazide induced pulmonary oedema with hypovolaemic shock is presented. The condition was misdiagnosed as myocardial infarction until an early echocardiogram excluded a cardiac cause. The diagnosis was confirmed by an oral challenge.
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Case report A 68 year old man with a previous myocardial infarction was admitted to hospital because of sudden severe dyspnoea, chest tightness, dizziness, and vomiting. He did not recollect taking any drugs. At arrival he was dyspnoeic, cyanotic, and sweating. Blood pressure was 60 mm Hg systolic, pulse 85, and temperature 36 2°C. Fine crepitations were heard bilaterally. Chest x ray indicated pulmonary oedema (figure) and the electrocardiogram showed sinus rhythm with widespread ST depressions. Arterial blood partial pressures were P02 6 7 kPa and pco2 3-5 kPa and the pH was 7-33.
Fibrinolytic treatment was considered but echocardiography showed good contraction of the left ventricle with signs of hypovolaemia. Treatment with albumin and saline was started; central venous pressure rose from 7 to 12 cm H20 and the haematocrit fell from 0 59 to 0-47. Blood pressure became normal within 90 minutes.
In the next few days the electrocardiogram and serum concentrations of creatine kinase were normal whereas low grade fever, leucocytosis, and slight generalised oedema were seen. Chest x ray showed increasing infiltration followed by complete resolution. The patient was discharged but one month later he was readmitted with identical symptoms. This time he remembered taking hydrochlorothiazide (25 mg) for swollen ankles; earlier he had taken hydrochlorothiazide for two years because of hypertension. He recovered completely on saline alone. No paraprotein was found; eosinophil count, immunoglobulin E, Cl esterase inhibitor, radioallergosorbenttest, and histamine liberation from basophils exposed to hydrochlorothiazide were normal. The patient consented to an oral challenge with hydrochlorothiazide (12 5 mg) and 30 minutes after this dose symptoms developed.
Discussion
We found 11 published reports of shock and non-cardiogenic pulmonary oedema associated with hydrochlorothiazide.'-'0 The full-blown 
